tion studies were normal and the recruitment was reduced in several myotomes in needle electromyography (EMG). An aorto-aortic endoprosthesis was implanted. Afterwards, he went to the rehabilitation Dear Sir, Sixty percent of all arterial aneurysms involve the abdominal aorta, 75% of which occur in the infrarenal location [1] . Complications can include urinary or venous compression, ischemia by thromboembolic mechanisms or hemorrhage as a result of a rupture. According to the literature, neurological complications that occur in the perioperative or postoperative period are rare. We report 3 cases of patients who presented initial neurological symptoms as a result of aortic aneurysms. Patient 1 . A 61-year-old man with history of smoking (30 pack-years) and chronic alcohol abuse presented with acute motor and sensory deficits in the lower limbs. Clinical examination revealed a complete motor deficit of the left lower limb and a partial motor deficit of the right lower limb. The patient suffered from cruralgia and hypoesthesia of the left lower extremity. His deep tendon reflexes and the Babinski sign were absent. The anal reflex was diminished, but no saddle block anesthesia was observed. The distal pulses were not palpable. Lumbar medullar magnetic resonance imagery without diffusion (MRI) was normal except for a infrarenal abdominal aortic aneurysm measuring 7 cm in diameter, which was also visible on an abdominal computed tomography scan (CT scan; fig. 1 ). Three days later, electromyography confirmed peripheral involvement: F-waves were absent, nerve conduc-department for the weakness of his left lower limb. His progress was satisfying despite persistent limping. He died 7 years later from the consequences of a prostheto-digestive fistula. Patient 2 . A 92-year-old man, without medical past history, presented with rapidly progressive flaccid paraplegia, bowel incontinence, acute urinary retention and sensory disorders reaching the first lumbar metamere. His deep tendon reflexes were absent and there was no Babinski sign. The medullar MRI without diffusion was normal but showed an infrarenal abdominal aorta aneurysm, which was confirmed by abdominal ultrasound. This aneurysm was partially thrombotic and its diameter was 5.5 cm. Cauda equina syndrome was suspected. Because of his general state and age, no surgical treatment was considered and he died 3 months later of infectious complications related to his decubitus.
Patient 3 . A 62-year-old man with history of hypertension and dyslipidemia presented with increasingly painful paresthesia, motor deficit of his amyotrophic lower limbs, saddle block anesthesia and urinary urgency. The onset was rapidly progressive. Deep tendon reflexes and the Babinski sign were absent. He described paresthesia approximately reaching the twelfth thoracic metamere. The distal pulses were not palpable. The medullar MRI without diffusion was normal, but the abdominal CT scan revealed thrombosis at the aortic bifurcation. We concluded that the patient had ischemic cauda equina syndrome. An aorto-bifemoral bypass was installed. His progress was satisfactory: progressive motor recovery, sensitive recuperation and his feet were hot and colored.
Cauda equina syndrome is associated with peripheral motor deficits of the low er limbs, sensory deficits with paresthesia, saddle block anesthesia and genitosphincterian disorders [2] . Ischemic cauda equina syndrome is a rare condition.
The artery of Adamkiewicz, or the great anterior radiculomedullary artery, is one of the most constant radicular arteries that arises between the fifth thoracic vertebra and the third lumbar vertebra [3, 4] . This artery forms the anastomotic ansa of the conus and gives rise to the intradural filum terminale artery and other branches. Furthermore, these arteries anastomose with the iliolumbar artery, the median and lateral sacral arteries, and the hypogastric artery in order to provide vascularization to the intradural filum terminale, the cauda equina and the lumbosacral nervous roots ( fig. 2 ) [5] [6] [7] [8] .
Aneurysms occur most frequently in the infrarenal aorta because the layers of the artery in this section are nourished by the diffusion of nutrients from the arterial lumen and not by the vasa vasorum, which explains the thin arterial walls [1] . Atheroma is also more frequent in this part of the aorta and deterioration of the intima can lead to an aneurysm [1] .
It is rare for aneurysms to be manifested by paraparesis, which can present as an indirect complication of surgical repair of the abdominal aorta aneurysm (1-2.8%) [9] [10] [11] [12] [13] during which the arteries of the spinal cord are touched [3, 14] . Our patients presented with cauda equina syndrome secondary to ischemia caused by an embolism of the cauda equina arteries via the artery of Adamkiewicz. Sometimes, the onset is progressive due to collateral supplies which arise in the suprarenal area [4, 13, 14] .
The differential diagnosis for rapidly progressive cauda equina syndrome mainly involves a vascular origin. Nonvascular pathologies can include a tumor, degenerative disease of the spinal cord, arteriovenous malformation with a hematoma, lumbar stenosis (spondylolisthesis, slipped disc or degenerative) and Guillain-Barre syndrome [3, 4, 7] . When faced with a brutal and painful lumbosacral plexopathy in a diabetic patient, it is necessary to eliminate Bruns-Garland syndrome.
In regard to the second and third cases, an associated involvement of the spinal cord is possible because of sensory disorders up to T12 or L1 and complete motor weakness of the inferior limbs. Acute ischemia of the cauda equina, alone or associated to spinal cord ischemia, can be a complication of an abdominal aorta aneurysm.
